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[ME] B UWHEWEN/NRGHL ST R M BL (HMGBL) | Toll FEsZ A& 4 (TLR4 ) FIAZ A
F kB (NF-xB) mRNA FIE [ &k, UUIKRGEAEZ D MTHIEH. & K 48 X BALB/c /NREEHLA: A %t
TR, B2l A 1,25-(OH),D, T-Hldl, R4l 16 K, &Er BEhm s iy, T Hid] 76 5 R o5 0 Uk il 25 7 18 s i
B 1,25-(0H),D; (4 pg/kg) o S AR | A 2 JRRAEASARAS, B IFAORS — B4 (HE) Y@l <
TEREJELRE ; Gape ALY g HMGB1, TLR4 Fl NF-xB 7EAZH LU 193655 SR A9 6 E it PCR Al Western
blot 73 )\ mRNA FI%E (A FiK FAG HMGB1 ., TLR4 FI NF-xB £ih78 Mk, 4558 Eibik | AR 2 &, W
/N BV RE JE B Aot R I S 18 fn T Pl e e 2 ] i 9 /b (P<0.05) 5 w41 ffiZH 2 HMGB1, TLR4 Fil
NF-kB [ mRNA &k 00 i m X RZH , T 3i2H TLR4 F NF-xB () mRNA ¥0H BAK T2 (P<0.05) . %%
TR 1 BB T 140 HMGB1 mRNA ik i SN iR 22 R 0G24 8 X (P>0.05) , AfEZEAL K 2 I
M5 TR (P<0.05) o Z24kick 1 AR 2 ), IiZH4% HMGB1. TLR4 I NF-kB (%75 4 Ze ik X0 4 5 1%
WREH, TIRLE I BARTRERGZL (P<0.05) o /NERAGHEBEEEE S5fi412! HMGB1. TLR4 #l NF-kB /i) mRNA 193
ISP RIEMSEYE (#4350 0.804, 0.895., 0.834; P<0.05) . £51& HMGBI/TLR4/NF-«B {5 53 752 0 & 0
PR EEAER], 1S 1,25-(0H),D; 1] fEa i X H 0 s VR RH LR s A 0E I, A SR A G 15T BB %
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HMGB1/TLR4/NF-kB signaling pathway and role of vitamin D in asthmatic mice
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Abstract: Objective  To investigate the changes in the mRNA and protein expression of high-mobility group
box 1 (HMGB1), Toll-like receptor 4 (TLR4), and nuclear factor-kappa B (NF-«xB) in lung tissues of asthmatic mice
and the interventional effect of vitamin D. Methods A total of 48 BALB/c mice were randomly divided into control
group, asthma group, and 1,25-(OH),D; intervention group, with 16 mice in each group. An animal model of asthma was
established, and lung tissue samples were taken in each group at weeks 1 and 2 of ovalbumin challenging. Conventional
hematoxylin-eosin staining was used to measure airway wall thickness. Immunohistochemical staining was used to
observe the expression of HMGB1, TLR4, and NF-«B in lung tissues. Quantitative real-time PCR and Western blot
were used to investigate the changes in the mRNA and protein expression of HMGB1, TLR4, and NF-kB. Results At
weeks 1 and 2 of ovalbumin challenging, compared with the control group, the asthma group had a significant increase
in airway wall thickness and the intervention group had a significant reduction compared with the asthma group (P<0.05).
The asthma group had significantly higher mRNA expression of HMGB1, TLR4, and NF-«B in lung tissues than the
control group, and the intervention group had significantly lower mRNA expression of TLR4 and NF-«B than the asthma
group (P<0.05). At week 1 of ovalbumin challenging, there was no significant difference in the mRNA expression
of HMGBI between the intervention group and the asthma group (P>0.05). At week 2, the intervention group had a
significant reduction in the mRNA expression of HMGB1 compared with the asthma group (P<0.05). At weeks 1 and
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2 of ovalbumin challenging, the asthma group had significantly higher protein expression of HMGB1, TLR4, and NF-

kB in lung tissues than the control group, and the intervention group had significantly lower expression than the asthma
group (P<0.05). Airway wall thickness was positively correlated with the mRNA expression of HMGB1, TLR4, and NF-

kB in lung tissues (r = 0.804, 0.895, and 0.834; P<0.05). Conclusions

The HMGB1/TLR4/NF-kB signaling pathway

plays an important role in the pathogenesis of asthma, and an appropriate amount of 1,25-(OH),D; has a regulatory

effect on this pathway and may prevent the progression of asthma. Therefore, 1,25-(OH),D; is expected to become a new

choice for the treatment of asthma.

[Chin J Contemp Pediatr, 2017, 19(1):95-103]
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AR )L B W Wiy 1) A R A AR TRy, TR EL S
m AR A K AR . AL ETRREEA Bl
( high mobility group box 1, HMGB1 ) J&—F & &
PRSFIRZER I, ATAE N — R S I8 5 P AR PR
T2 55 B RAE; Toll FEZ{K 4 (toll like receptors
4, TLR4) J&2—FhEEZ MR ik, EHRR
B E MR B2, 763 30 A 15 CIE SE 1)
BB, HMGB1 A 5 TLR4 454 )f 40 &
YEH, il FE % P «B (nuclear factor-kappa B,
NF-kB) , 5 NIRRT TR, 4e4E%E D BE
Z 5 CEE Y, S EA RN, F%
A R R A AN . B SR (dendritic cell,
DC ) . Ik EL 41 S S e A R 4 TS L R VE
I3 3k 5% ) 22 B A0 R A A K A A S 5 R IE 45
SR AT

H Hij % 2 i v HMGB1/TLR4/NF-xB {5 518 %
IBFFE 80 | 4 2 D XHZASE SHE i wrse, [
AN A DLARGE . AR AT T 1 AR R
T HMGBI/TLR4 7% Fiy /Iy B 24 2R v (1) 2658 B AN
R EAEAR D W TERCR, RN TAKT
FlE, AWFFEAE IR 3 o HE S N S AR R
HE— 3T HMGB1/TLR4/NF-xB {35 538 B M 4 1E
2 D BYIEFEALE], R0 Y SRR RTIG PRAF 7 £ A1
SERG A
1 MBE5HEE
1.1 YR EEXF
6~7 JEIIL T 1 9% BALB/c MEPE/NER 48 H, 1k
#21.0+2.5g, WTFREALRHY DO, VFAIE
5+ SCXK(#)2010-0002., X513 # 1 ( ovalbumin,
OVA ) F11,25-(0H),D, J T Sigma /A7l ; ez ik
— U T 3EE Gene Tex 22 H]; & AT
b R A B AR A R/AF . TRIzol 1T HA

TAKARA 24 ;i3 5% 5 ) & Bestar™ qPCR RT
Kit A1 PCR & 7 £ Bestar” SybrGreen qPCR master
Mix ¥ T [¥] DBI 22 w]; BCA 4 e B2 I 7 ik
F & [ 55 [E Thermo Scientific 22w, 51H1F 511k
J5.( Gene bank )45 HMGB1( NM_001313894.1 ),
TLR4 (NM_021297.3) , NF-kB ( NM_009045.4 )
Hl B -actin (NM_007393.5) , W LA TAY T
AR A G
1.2 Bh¥4r A FARENR/NFRARE A9 6 &

i FEBE LA 7 9 PR 48 L BALB/e /NER
Bt AIL 43 R X B4 . W W 2H A1 1,25-(0H),D; T i 4H
(4ugkg) , B4l 16 X, shPEAIHESRS%
SCik B RGN EAL/INRAESS 1L 8. 15 KIE
JEs N SHUFIR B 0.2 mL (& OVA 50 pg. 10%
HEALES 0.15 mL A4 FEER K 0.05 mL) 2L, xf
WA A AR KA. 56 22 KIFGR, XTREmg4
A B BN T A 1% OVA #Uk,
BEH 1K, BK30min, B A 1 HFagE
%28 K, it 7k FAEMOk 2 R RN 35
K, Mt 14 W MR ABE KSR AL B
WEATERT 0.5 h, %7 TA S H/NREBEN
A 1,25-(0H),D; 1R A ¥ 0.08 mL[ 7% 1,25-(0OH),D,
0.08 ug. Jo/KZ 2.0 L. A=FHEEIK 0.08 mL].
1.3 FHALRIRAH &

rTESE 29 K (4R 1) FIsE 36 K
(ZEAbBR 2 J8 ) P/ ) [B) 5 R 7 W58 91 B BCh
A (AP EE IR 24 h INEURE ) o TV B2 2
BUHTSEZE T, OB T -80°CUKAE R, 1T Real-
Time PCR Fl Western blot #ill . B fliFAnt, o4
A, YR, ST IR — Prer gy (o e s
HAUbEY e BRI R SUORBERR A 8 L.
1.4 HAME-RALEEREEANER

/NI 4 pm ST R, 4 2/
REHLVEEL 3 sk A MY Fr, 1798 AN - e ta,
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WL S BE G0, ARk BEALEIR 5
UL FE RS, SR A Image Pro Plus 6.0 F{453
BB 000 5 A ] 0 S = R T = e o o A
o TIBEMLIER 3 kA U0 A T e e AL e fa
WEEEBAPE A rh 2 Y 3R A
1.5 Real-Time PCR #&ill

K A TRIzol #2& MU 72 fifi 41 21 & RNA, f#
FH 3 e 563K 0 & A 0 H B cDNA, F i It 5]
Y, ¥ ¥ B By K K HMGBL L U 51 9 .
5'-GCGAGCATCCTGGCTTATC-3', FiFE51 4 K.
5'“TTCAGCTTGGCAGCTTTCT-3'; TLR4 L % 5| %)
J: 5'-AGCAGGTGGAATTGTATCGC-3', FilfF5|¥
Jg: 5-TCAGGTCCAAGTTGCCGTTT-3'; NF-kB |
W1k . 5'-GCATTCTGACCTTGCCTATCT-3', F
Wea1 ¥ k. 5-CTCCAGTCTCCGAGTGAAGC-3';
% B -actin FHF514HM: 5'-CATTGCTGACAGGATG-
CAGA-3', i1k 5-CTGCTGGAAGGTGGAC-
AGTGA-3's PCR Wi fA% (20 L) : PCR Forward
Primer( 10 uM )0.5 uL, PCR Reverse Primer( 10 pM )
0.5 uL, Bestar” Sybr Green qPCR Master Mix
10 uL, ¢DNA #%#z 2 uL, ddH,0 7 uL. PCR J2 Jif
M 95°C 2 min; 94°C 20s, 58°C 20's, 40 M
o mbfgh e adr: R 65~95°C, FAFEEE 3
K. W Agilent Stratagene Mx3000P ¢4 i PCR
PGHAT D T, s E B CofE, DA
B -actin MBI, 28 274 “ b T S R
ARER,  H AR AR Rk =27 200
1.6 Western blot Z& & Elir %46 i)

B —80 C VK FA ZR A7 1 i 41 21 40 mg, BYRE)S
A 0.5 mL 24 W, 23K WS 4 A0 1~2 min,
UK B E 30 min, &0 10~15 min, WA B,
N BCA R 1 ft 0 & e B vk B I F e 1
A 5xSDS EFEZE nhil, LA, AL EAER A
20 pgo A 12% MR VIEIER SRS T DK,
JEA 120V, BHEN 1.5 he SRIGHEE, f#iH PVDF
fi, B2 F 0 300 mA fH i, BFE] i HMGBI :
25 min, TLR4: 96 min, NF-kB: 60 min. F 5885,
5% B s Wk = B 1 h, 43 548 F HMGBI
TLR4 ., NF-xB —$i (24 1:2000) 5% GAPDH 4°C

J¥E 12 ho SRJ5 TBST PE 3 Uk, W HIHUR B 44k
YIMGFRICH) P % IRIFE T 40 min, TBST PEH 5 B
TGS . I HTEE IS R AL 3 3R 48 43 1T 2 1 4
HRAE AR K BE (203X ( H & /GAPDH JKEEAE )
TR H AR AR Rk
1.7 FITELSH

[T SPSS 17.0 et AR Xt Bdla b A 4e it
Br, R BORIIE + AR (R+s) FR, £
AEAE) BRI 3R 07 22000, 2H RS
P LR ] SNK-g K50, T8 R SC PR
Pearson MHCHMESMT, P<0.05 A2 5G40 L.

2 #R

FHPMRBALFERLSELET
X HRZH /N B SR BE G e e, b R R HE
G ST, i RYEANMRE . By 4L/ BUSGE 7B
Mk pb bR A HES ZEBL . WV, S,
i Y6 B i /0, i g ) B v, AR RE i ] gt AT
DLRKE R IR, VIRSRR R4l h 3, %
B R N AT DL s R A IOR 2
SRR 1 TR W s TP /N BR S R RE
ERENR LG, ACEREMP K . W e R v
i e 2 T 58 P 4 9 ) 5 2 W 26 P A i %
L 1,
22 HHENRMALH HMGB1. TLR4 #1 NF-«B
EAMEMRIEER

HMGB1 %3 v T8 b 5 20 f e 45 4
JH P4 44 6 % R 40 M, TLR4 A T 1 34 40 i %) 41
MO AN M2, NF-xB & H R 2 e T
HMGB1, TLR4 f NF-xB & H 75 %] B8 21 /)y Bt 4
S RIR A 55 5 T AR i 2H /)N BRUST 20 21 rh 33k
&gk, T il HMGB1, TLR4 il NF-xB & 4%
IR N 2 P S ek, DLIET 2~4.,
23 BANMRREEEETK

FEWOR 1 AR R 2 SR, BEmg 2L BRURGE
BE JELFE A3 St BRZH B B3 ( P<0.05) , T4l
/N BRI RE JEE B G i A i 2H I 4 T % ( P<0.05 )
B4 3 TR IR (P<0.05) o DLE& 1.

2.1
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Wk E 2 8

Xof B4 Al TiH

B1 FHNRMBLRRERSFERET FAR - FHIE, x400) XHRA/ D RS BN ek, LR

NaHES 5%, D RAEANARIR ;W2 OB RE FE MK | AR, B/, BIRERIFRIG L, JoakRyEAniRe, -
FEAMMHEBIZERL . vk s T B S UE BRI R A, ACEBERP K . WL Y B L AR RS AN R R
VIR

W E 1A

HEIE 2

Xof M4 L2l

2 wEALEENEE/NRIEALS HMGB1 BIRIE (DAB (1, x400) SHAL] HMGB1 k4555 ; e
2] HMGB1 b5t ; T4 HMGB1 FIRFEn s ; A0 HMGB1 Fak B0 .

WE 2

X R Al i

B3 EEALERNSE/NRMELSR TLR4 BIRIE (DAB B, x400) AL TLR4 F3R5055; BN
TLR4 k%5 ; T4 TLR4 FkBEMGAIRE ; IRFA B €k TLR4 ik P,
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WEIF 1R
kR 2

Xof B4

4 EEANERNZHE/NFRMAL NF-«B BIFRIE (DAB B, x400)

X HE4] NF-xB A5 ; WG

NF-«kB FRINH08 ;. T NF-xB FIBBENGE IS s AR (A NF-«B Ik PPN

*1 SHNMNRREEREELE (x+s, um)
SIEREJEE
ZH 5 n
1 2 J&
X 2 8 44 +6 49 +7
L2 8 119+ 7" 133+£5°
B e 8 70 8" 86+ 6"
F{H 235.605 358.919
P <0.001 <0.001

TE: a7n 50 B4 &, P<0.05; bR 5 B i 4 LE #
P<0.05,

2.4 HBHNRIHALAH HMGB1. TLR4 #1 NF-xB
mRNA KJFRIET

RT-PCR &5 3 W 723k 1 M AE R 2
B, % M 2 /)N BUT 2 21 % HMGB1., TLR4 Al NF-
kB mRNA ik 538 g & F X B4l (P<0.05) ;
T2/ U ZH 2 TLR4 Al NF-kB mRNA £k
AR TG, (A4 = X IR AL (P<0.05) o
TR % 1 R, T4 HMGB1 mRNA A& 5
B A LR 22 7 R4 it 22 B L (P>0.05) , fH
T X RRAL (P<0.05) 5 FE¥K 2 JE R, + gl
HMGB1 mRNA FRik I FREmG 2, (R4 F X
4 (P<0.05) . WK 2~3,
2.5 &H/NRIALAH HMGB1. TLR4 #1 NF-xB
EANRIETH

Western blot 45 J 7~ 7R & 1 J& Mk %

2 JE I, 2 g 2 /)N BRI 2 21 HMGB1., TLR4 Al
NF-kB & ik w4 5 TXFIEZH (P<0.05)
T 4H /)N Ui 2H 21 Fh HMGB1 . TLR4 #1 NF-xB &
H A AR TR 4L, (R A I i X iR
4 (P<0.05) . WK 5 Fi5k 4~5,

®2 HE1BEARNZHEH/NMRMEL HMGB1, TLR4 Fn

NF-kB mRNA FiEELLE

(x+s)

2051 n HMGBI mRNA TLR4 mRNA NF-kB mRNA
XTHRA 8 1.03 + 0.04 0.94+0.16  1.08+0.11
EMEA] 8 1.41+0.11° 1.46+0.11°  1.36+0.07"
FHigl 8  1.35+0.15  1.10£0.09" 1.21+0.06""

F1H 28.671 39.032 23.509

P1E <0.001 <0.001 <0.001

TE: azn 50 A B, P<0.05; bR 55 0 I 41 1L 44,
P<0.05,

#3 H%E2FEAMZE/NRMALR HMGB1, TLR4 #n
NF-kB mRNA RiZZLLE (x%5)

2051 n  HMGBI mRNA TLR4 mRNA NF-kB mRNA
MPIEA 8 1.05£0.09  092+0.11  0.94+0.13
AN 8 1.56+0.05"  1.66+020"°  1.69x0.23"
FHigl 8 134012 1.32+0.08" 1.22=+0.06"

F1H 59.479 58.585 46.903

P1E <0.001 <0.001 <0.001

W oazm 5% R4 A, P<0.05; bR 52 N4 R,
P<0.05,
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x5 HEk2RBAMEAMNRMAL HMGB1, TLR4 #n
HMGBI NF-xB @A RIZEILE (x=+s)
e 211 n  HMGBI &} TLR4 &1 NF-«kB &M
XHRg 8 0.13 £0.02 0.06+0.01  0.09£0.01
NF-«B w8 1.00£0.08"°  0.63+0.04" 1.06+0.06"
THiZH 8  053+£0.06" 0.15+0.01™" 0.50+0.02"
GAPDH FAH 430.497 1029.929 1485.126
P1{E <0.001 <0.001 <0.001
5 3 E3 - .
5 Westem blot #& ll & 4/ A 28 &1 HMCB1. Po ok 5 X IRALILEE PSS bR 5 B 41 1L 4
TLR4, NF-«xB EEMFIAKTE 1. XHBEMES 1 A; 2. P<0.05.

XERRAOR SR 2 JA5 30 MEMGZHMURER 15 4. WEMGZEOR SR 2 J4;

5. THAMAE 1 5 6: T BB 2 M.

x4 HEx1BEAHZANMNRMAL HMGB1, TLR4 0

NF-xB EZARIZELE (x+s)

21 n  HMGBI &[4 TLR4 &[4  NF-«B &[]
XA 8 0.06 = 0.01 0.05£0.01  0.05+0.01
BEmGZH 8 0.68+£0.06°  0.38+0.04°  0.86+0.05"
THiH 8  048+0.05" 0.13£0.01" 0.26+0.03""

FAH 375.495 416.167 1196.073

P <0.001 <0.001 <0.001

W oazm 5% A &, P<0.05; b 7w 5B AL AR,
P<0.05,
1.6 . ol o
= 144
o
g
= o
§ 1.2+ ¥=0.005X+0.866
= ° r=0.804
Lo# T % o P<0.0001

T T T T T

T
20 40 60 80 100 120
ACHEEESE (pm )

T

140

E 6 SEEEESHMGB1 mRNA KEHXDHE

2.1 5
1.8 &
-
Z 15
E
2
o 1.2 °
E Y=0.006X+0.708
0.9 5 © #=0.834
o P<0.0001
0.6
T T T T T T T
20 40 60 80 100 120 140
SAEREREE (pm)
B8 SiEEERES NF-xB mRNA KEHESHTE

2.6 =EEEEE. HMGB1 mRNA, TLR4 mRNA
#0 NF-xB mRNA gyt X454

/N B IE BE R BE 5 il 40 41 HMGB1, TLR4
F1 NF-xB ) mRNA 3% ik & ¥ 2 1F 47 ¢ ( 4
5 r=0.804. 0.895. 0.834; P<0.05) ; fili 41 £
HMGB1 mRNA 43 %] 5 TLR4. NF-kB mRNA % ik
EHE MG (59 r=0.752, 0.734; P<0.05) ;
TLR4 mRNA HI NF-kB mRNA 2% 35 & i & 1F A ¢

(r=0.812, P<0.05) . WL 6~11,

2.0 °

1.6
1.4

1.2

TLR4 mRNA

Y=0.008X+0.576
1.0 r=0.895
0.8 - o o°° P<0.0001

0.6 —

T T T T T T T
20 40 60 80 100 120 140

ABREEE (pm)

B 7 SEEEES TLR4 mRNA KEHESHTE

1.6 °
s
Z 1.4
g
5

1.2
= ¥=0.530X+0.623

° r=0.752
Q
1.0 e % R P<0.0001
o

I T I I I T I T
0.6 0.8 1.0 12 1.4 1.6 1.8 2.0

TLR4 mRNA

9 HMGB1 mRNA 7k 5 TLR4 mRNA 7k ¥ #§ 3%
S E

-100-
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2.0
167 1.8
- 1.6
Z 147 =
e Z 14
2 E
N = A
% 12— : 1.2
N ¥=0.595X+0.545 1.0 ¥=0.918X+0.087
1.0 "% 0 r=0.734 0.8 r=0.812
’ P<0.0001 P<0.0001
0.6
T T T T T T T T T T T T
0.6 0.9 12 15 1.8 2.1 0.6 0.9 12 15 1.8 2.1
NF-kB mRNA NF-kB mRNA
B 10 HMGB1 mRNA 7k F 5 NF-kB mRNA 7k ¥F 4 B 11 TLR4 mRNA 7k F 5 NF-«B mRNA 7k F #g %
KoTHhE SHTE

3 iTig
Wang 55 1 F 1999 4E 1 IR &L, 16 MeERIE &
Wl R, HMGB1 J&—Fp 2 A0 w58 A
EREANML . DC. bR M55 4E LPS. IFN-y 45
ZHT, M HMGB1 a] % = sh /0 B4 i ah
%5 HMGBI 5 55 R0 3Z 4, s fbA
Kr=¥)sz4k (RAGE ) 1 TLR H1J TLR2, TLR4 Fi
TLR9, LPS A LL## DC 43 i N P PE HMGBI, i@
it RAGE 1435 15 5 #3% MAPK ., ERK1/2, NF-« B
GG M, 2 TNF- o, IFN-vy | 1L-6 54
WP TR 7, e TR IR 7 2R B RAE A R P LA
% TLR4, i TLR4/IFN- B /STAT-1 2E¥)5r 115
S, 5l HMGBL B ™ RAEA RS HMGB1
PHEES, HIRIERA, GRH8ERAE, ik
HMGB1 22— R A0, ANRER I AR
WFSEIESE . JRE ] HMGB1 Al {4504 64+
i (DAMP) 5HAZ1A TLR4 256 IFH EAEH,
PG NF-k B, SECF U RIEN BB, 7885
SR, RN A AR e, TLR4 1
PERE TR AU, HMGB1 753 40 i R 7= A= 8500
FES, W TLR4 J& HMGB1 {2 4 i A vh s J )
Z 1 BN K, TLR4 V6% HMGB1 1Y %52
K257 HMGBI WE 5 Sl 8, JF H RMAENL
I S 05 AN AT L R A R I A A PR T AR
H HMGBI/TLRs {5530 & T EEAEH ',
BT RIN, 551 8 A 0 ity AT B 3 A
0SB RAEFZSH AR s 55 2 F R NI . B2
Wil 1, 2 JAASGERER R A B AL 1, 2 R
wahm. N 1R BYIE  1,25- (OH),D, 7 B n] B

b P ST RAE M AGE L5 A . e difb & BE,
51 JE IS 2H /) B HMGB1 . TLR4 il NF-«xB 75
HYRHMERL, 52 JARIE R . W Real-
time PCR il Western blot ¥ 1 %& ¥ , 25 1 J& W5} 2%
s 2L fili 4 20 Fp HMGB1., TLR4 1 NF-xB (1) mRNA
ME PRI EHP RIS, 62 A S E R,
H HMGBI1. TLR4. NF-kB =~ 4§ #% 1Y mRNA 5
A BEJEL Y 5 0 S E AR G, HMGB1 mRNA |
TLR4 mRNA 1 NF-kB mRNA [i]t 5% B 5 1EAH X
PR OVA 1553 B9 /N U . HMGB1/TLR4/
NF-«B {550 B A 55 AR, % 1 Wk &
FMAGEEIR R

— T 5T s OVA SO /N R4t 13
& J5 HMGB1 mRNA 7K V- W] W F &5, 55 2 J& i o
=, ARG BT T, AR B S X BB Al Y B 2
25 FHIGIT 2 JAJ5 HMGB1 mRNA /K7 4R
TR 4 AR TR " R ATE T OVA
SR/ R, e A A SERTEEOE
it PCR. % 85 B 45 5 1%, W8 1T HMGBI
F1 TLR4 JC i P\ PR 7K - 38 2 2 1 7K1 78 27 i /]
B 2 20 11 2% 3K S0 S S R Y, R 1 R
HRPEA T, 5 2 TR I, 5 R
SR —F, HPEEEHT R, 50 AS LR BEIE
St PHUAYTG . 45 1 /8 HMGB1 mRNA ik
Wl ARk, 2 2 A R R, R TREMG AL 2
HMGB1 A # A4 1 FRIB R TR, TR
M, 5 ERHRATE—K, ZESTHYN
RORAFAE 22 54 5. HMGB1 BE n] # B / 5 W 4
RS v B R AR AT I 87 N bt R i
Wiy 3 JE T . YRFE I I R 20 B R 38 1

-101-
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Wk 2] i 45 245 W] LLBE e HMGBT, X, HMGB1 A]
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